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PAPER 03 / THE OXALATE–BRAIN HYPOTHESIS

The Spinach Paradox: When a Healthy
Diet Becomes a High-Oxalate Exposure
ABSURD HEALTH INSTITUTE · 2026-10-16 · Established oxalate nephropathy risk in specific exposures; psychiatric
causation unproven

Abstract
Foods ordinarily recommended for cardiovascular health may carry substantial oxalate loads,
especially when concentrated into smoothies, juices, powders or repetitive meal patterns. Yet “high
in oxalate” is not equivalent to “dangerous for everyone.” This paper examines the combination of
dose, bioavailability and host susceptibility that converts an ordinary food component into a
clinically consequential exposure, and asks what—if anything—can responsibly be inferred about
mental symptoms.

Why concentration changes risk
A serving of cooked vegetables differs from a large raw blend consumed every day. The total plant
mass, the presence of calcium at the same meal, soluble oxalate fraction, preparation technique, and
other dietary constituents modify exposure. Spinach is often cited as a high-oxalate food;
concentrated preparations can substantially exceed usual portion-based consumption. There are
clinical reports of oxalate nephropathy associated with extreme dietary patterns, but case reports do
not define the risk to someone eating ordinary mixed meals with preserved kidney function.

The vulnerable person
A patient after malabsorptive bariatric surgery, with inflammatory bowel disease, pancreatic
insufficiency or chronic diarrhea may absorb more oxalate than expected because unabsorbed fatty
acids bind intestinal calcium. Patients with prior calcium oxalate stones, decreased kidney function or
primary hyperoxaluria represent other distinct phenotypes. Vitamin C megadosing may add
endogenous production. The same glass of spinach juice is therefore not physiologically identical for
all drinkers. That observation supports individualized risk assessment, not blanket prohibitions on
vegetables.

Why psychiatric inference is harder
Suppose an individual reports insomnia, anxiety or agitation after adopting a high-spinach diet. The
association could be related to energy restriction, caffeine in accompanying drinks, sleep changes,
gastrointestinal symptoms, hypoglycemia, medication changes, anxiety about health or an unrelated
psychiatric process. If there is severe renal dysfunction, the relationship becomes more clinically
plausible through an indirect metabolic pathway. Without a biochemical bridge, the specific assertion
that spinach-derived oxalate reached the brain and disturbed neurotransmission remains conjecture.
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A better study of a suspicious exposure
Useful reports would document the actual food quantities, meal calcium, kidney history, 24-hour
urinary oxalate where indicated, serum kidney markers, medications, symptoms and their timeline.
Repeated measurements, appropriate comparisons and the exclusion of alternative metabolic injuries
would make a case more informative than an anecdote. Deliberate high-dose challenges in vulnerable
patients are unjustified; the practical question is how to understand naturally occurring exposures
and documented cases safely.

Conclusion
The spinach paradox is a lesson in context-dependent toxicology. A food can be broadly nutritious and
still pose a genuine hazard under unusual exposure or susceptibility. The evidence justifies attention
to renal risk; it does not establish that spinach causes psychosis.
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